Y-chromosomal microdeletion (YCM) serves as an important genetic factor in non-obstructive azoospermia (NOA). Multiplex polymerase chain reaction (PCR) is routinely used to detect YCMs by tracing sequence-tagged sites (STSs) in the Y chromosome. Here we introduce a novel methodology in which we sequence 1,787 (postfiltering) STSs distributed across the entire male-specific Y chromosome (MSY) in parallel to uncover known and novel YCMs. We validated this approach with 766 Chinese men with NOA and 683 ethnically matched healthy individuals and detected 481 and 98 STSs that were deleted in the NOA and control group, representing a substantial portion of novel YCMs which significantly influenced the functions of spermatogenic genes. The NOA patients tended to carry more and rarer deletions that were enriched in nearby intragenic regions. Haplogroup O2* was revealed to be a protective lineage for NOA, in which the enrichment of b1/b3 deletion in haplogroup C was also observed. In summary, our work provides a new high-resolution portrait of deletions in the Y chromosome. Cite this abstract as: Li Z. Novel Y-chromosomal microdeletions associated with non-obstructive azoospermia uncovered by high throughput sequencing of sequence-tagged sites (STSs).
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The First Hospital of Nanjing, Nanjing 210029, China Background: Ischemia-reperfusion (IR) induced acute kidney injury (AKI) is the common clinical syndrome. Stem/ progenitor cells therapy is a promising option to foster the intrinsic capacity of renal regeneration. However, several challenges still remain due to the potential risks during in vitro cell culture, low retention rate after transplantation and unclear effect on the progression of chronic kidney disease (CKD). Adipose stromal vascular fraction (SVF) is regarded as an attractive cell source for cell-based therapy without need of in vitro expansion. Preconditioning with ischemia has been suggested to be a useful method to induce a delay of lethal cell injury, enhance cellular tolerance to injurious effects of IR, and promote cell retention and survival. The purpose of this study is to investigate the effect of preadministration of uncultured adipose SVF on IR induced AKI and progression of fibrosis. Methods: SVF was isolated from rat epididymal adipose tissue and characterized by flow cytometric analysis. Cell proliferation and scrape wound healing assay was performed by a co-culture system to evaluate the effects of SVF pre-hypoxic administration on proliferation, migration and apoptosis of renal tubular epithelial cells in hypoxic environment. IR induced kidney injury model was established and CM-DiI labeled SVF was injected to the subcapsular pre-or post-ischemia. Renal function was measured at 12 h, 24 h, 72 h, and 6 months after surgery. SVF retention was evaluated by the expression of CM-DiI under fluorescence microscope. Renal tissue sample was retrieved and stained with hematoxylin and eosin (HE) to evaluate the degree of tubular injury. Immunohistochemical assay was performed to detect the expression of PCNA, E-cadherin, RECA-1, and α-SMA in kidney tissue. Masson's trichrome staining was performed for the analysis of renal
